previous few days, gives results that are unreliable as measures of habitual nutrient intake. It is difficult to accept that they become reliable when the interval between what is eaten and what is remembered is as much as one year.
Moreover, the intake of the nutrient specifically considered, vitamin A, varies considerably from day to day, and varies more than the intake of any other nutrient except vitamin D. One of our own early studies", in which trained individuals weighed or measured every item they consumed during 4 weeks, showed that within this period the total intake of vitamin A could be five times as much in one week as in another week. This is because the richest sources are liver and carrots, neither of which is commonly eaten every day.
It is over-optimistic, therefore, to expect that the figures produced by the authors can be depended upon to detect real differences in habitual nutrient intake, especially intake of vitamin A, even when they are calculated, as the authors have done, in such a way as to suggest a precision extending to 4 significant figures, that is, better than 1 in 1000. JOHN Sir, We are very conscious of the inaccuracies involved in dietary recall as a method of measuring nutrient intake, and apologise if we did not make that completely clear in our discussion. When the study was initiated we were more interested in cholesterol, but thought it interesting to try and analyse by dietary recall differences between our control group and those patients with early cancer of the colon. The fact that from the analysis we undertook, only vitamin A and retinol showed significant differences -and then only in the females -was in our opinion worth reporting, and we feel worthy of further study before dismissing these findings. GERALD (1) The patient was on anticoagulant treatment at the time of the admission in question. Was this adequate? What was the prothrombin time? Was it in excess of the therapeutic range, perhaps accounting for the spontaneous leg haemorrhage? Without these details it is not possible to understand the clinical picture and to assess the indications for the change to heparin therapy.
(2) No mention is made of ankle pulses. Although these may be normal in the presence of compromised muscle, the pulses may also become diminished and disappear, giving a good indication of a progressive increase in compartmental pressure.
(3) I believe the authors have failed to mention two important and quite common additional causes of compartmental syndrome:
(a) The reactive hyperaemia and oedema following successful emergency arterial reconstruction after trauma; this complication becomes more likely with increasing time interval between traumatic interruption of the arterial circulation and its restoration. It has led some authors to advise that prophylactic fasciotomy should always be considered, and often performed in this situation':", (b) Compression of a limb by the body with the patient in coma due to drug overdosage or other causes of prolonged loss of consciousness", In all these situations prophylactic elevation may help".
(4) The authors mention intramuscular pressure measurements in the last sentence. It has been suggested that this is a reliable diagnostic method, but I believe there is so far not enough published to be able to assess definite pressure values below/above which it is safe/unsafe to wait before performing a fasciotomy S• I believe the authors have shown that at a fairly late stage of compartmental compression syndrome, CAT scan is useful in the diagnosis. Every effort must be made to make this diagnosis at an earlier stage to prevent necrosis and permanent nerve damage. Sir, We appreciate the comments of Dr Singer and welcome the opportunity to comment. The clinical picture is actually difficult to understand. Since the first episode of a deep thrombosis, the patient had been anticoagulated and on each of the following admissions the prothrombin time was in the therapeutic range. In spite of this he had another deep vein thrombosis, and again the diagnosis was established by phlebography. The symptoms subsided promptly following intravenous heparin therapy and therefore this therapy was started immediately on the third admission. However, this time phlebography revealed neither occlusions nor irregularities of the vessel walls. Thus a tempting speculation, i.e. that the previous phlebographies might have revealed anatomical variants, can be ruled out. The ankle pulses were normal all the time, including immediately prior to the fasciotomy, and this finding was in fact the main reason for the delay in diagnosis.
Dr Singer has correctly mentioned two additional causes of compartmental syndrome. We do not intend to list all the various causes, but can refer to an excellent review", and the problems of prophylactic fasciotomy have been discussed previouslyv",
We agree with Dr Singer that a 'critical' tissue pressure probably does not exist. However, different authors have suggested that fasciotomy should be performed when the intracompartmental pressure exceeds 30-45 mrnflg?s.
Because the displaced fascia was so easily visualized, we believe that CAT is suitable for demonstration of the compartmental syndrome, even in the early stages. IVAN We are especially interested in this question because of the association of diabetes mellitus with hypertriglyceridaemia 2 and raised levels of plasma coagulation factors including fibrinogen", Furthermore, the study by Way et al. suggests that patients with hypertriglyceridaemia alone should be treated and there is now evidence that bezafibrate, which lowers both plasma cholesterol and triglyceride concentrations, also causes a significant fall in plasma fibrinogen concentrations". This recent observation is clinically relevant because plasma fibrinogen is a powerful predictor of IHD 1 • 3 • s, a finding that is in agreement with the central role that this coagulation factor plays in coagulation, plasma viscosity and platelet functions. We are unaware if treatment of hypercholesterolaemia with cholestyramine also significantly reduces plasma fibrinogen.
There is further evidence linking lipid metabolism with plasma fibrinogen levels since elevated plasma non-esterified fatty acid (NEF A) concentrations stimulate fibrinogen synthesis". This observation could therefore account, at least in part, for the elevated plasma fibrinogen levels reported in diabetics since they tend to have elevated plasma NEFA levels 2 • 7 • Did the hypertriglyceridaemic patients described by Way et al. also have raised plasma NEFA levels? Unfortunately, although we have documented that supplementation with dihomogammalinolenic acid lowers plasma NEF A levels in diabetics, we did not establish whether plasma fibrinogen concentrations were also decreased.
Finally, previous studies investigating the incidence oflHD in association with hypertriglyceridaemia may not have shown a convincing link (as discussed by Way et al. and in reference 1) because coagulation factors are possibly not invariably raised in hypertriglyceridaemia. Other factors such as diet, race, stress, control of lipolysis, and severity ofhypertriglyceridaemia I may also be relevant. Intestinal malformations and Down's syndrome in Arabs
D P
Sir, We would like to report our 7-year-experience (1979-1986) of the different intestinal malformations seen in the first 600 consecutive Down's syndrome (DS) neonates and infants (mostly Arab) to be diagnosed clinically and cytogenetically by trypsin-G banding techniques in Kuwait. Seventeen patients (11males, 6 females) had associated intestinal malformations (2.8%) and underwent operation. Seven cases (1.16%) had imperforate anus, 6 (1%) duodenal obstruction and 4 (0.67%) Hirschprung's disease. Sixteen DS patients had regular trisomy 21. One case with DS phenotype died before karyotyping but her mother proved to be a balanced translocation carrier with 46XX,t(14q;21q) karyotype.
In a previous study of congenital malformations in Kuwaiti, no mention was made of any association between gut malformations and DS. This study estimated separately the incidence of gut anomalies and DS to be 1.9/1000 and 1.1/1000 births respectively. Only 20 DS patients were included in this study.
The association of different gastrointestinal malformations has been well known for some time.
